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L2 EPHEEN TS (ShiS et al. JAMA Cardiol.
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AT BRI RFBEES R B
KA BRFEEFM B R

BB DM AE SR B ORNT U= fElR K+ Ch 5 & il
X TW% (Jaiswal S et al. N. Engl. J. Med. 2017,
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B. et al. Nat. Rev. Immunol. 2022). ARHFZETH, %
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(p=0.0566). & 512, TET2 7 v — MR T
IZ, TAT (thrombin-antithrombin complex ; [ 4 #f :
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+2.86 pg/mL p=0.0233) B\ Fhb EHLTEY,
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AHFFETIE, COVID-19 BFICHEIT D7 m— Mk
TR OAFE & RGOS & DOBE £ Sk ChGET 572
8, 7 —EERME T —27 = A (Error-corrected
NGS) FikzMAWiz. 7 o— PEEmicBnTiEZE
A AT DI 0.5 ~ 10%TREE OARHE L CLF
ETHZ LMD, WERORBT T —REHES T THET
VIR - FREEN AT DEE D E . AT
BNTIE, =2 AT T — 57— Z T DOBPET
WIET AT I —EE—7 T AW ) FEZ D
T, EFITNSWT m— bHTTREE Lz (K3).
T ORER, VAF0.5% % BfE & 2 @S FEIC LY
TET2 AR EETer v — M ASMREL, I EERE
N oY g Wil

FATHFE CIE 2 v — PR Y COVID-19 O EJiE
(BEAEE LSS E 9 MIZHOW I —EDRE IR E D
FL TR (Bolton KL et al. Nat commun. 2021, Zhou
Y et al. Blood. 2022). Fex (T =D EAJHK & L TR
ANRZE R ORI BT 25 Y I 77— a %0
FRIRTRIE & OSBRI T S TNz &
BEFTEND LEZTND. KFETIE, HiFE LM
BHdg - R A ED TEIo@mIBE R T —BIENGS %
W2 LRI, EAE COVID-19 /g (N TR &
FEETE UTIER) AR e LR E 2h— M2E
WTC, 7 a— AEEMOAERERT 7 M s (AL
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FRAT LIS L OMEESR DTGP KIZ B 5 5y T- 0024
PRPE CTho72Z & D, TET2 7 v— ik 4
A U CHupie i i & i Ak 2 A &, R
& LT OGS LOWERE R ORI EH S LT
HAMREMEAVRIB S NZ. 20X HIZ, 7 v— i
23 COVID-19 &4 381 2 ERE(LEEF O A 1k
L2 & OBLAIE, TEBRaEIC b= R A b
LT EBEZBND.
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FEt LT < Z & T, COVID-19 EJE(L TR0 5
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CLONAL HEMATOPOIESIS AND MYOCARDIAL INJURY IN COVID-19: THE IMPACT OF
TET2 MUTATIONS ON DISEASE PROGRESSION

Yoshimitsu YURA, Daisuke KASUGAI

2% Nagoya University School of Medicine, Department of Cardiovascular Medicine
¥ 3% Department of Emergency and Critical Care Medicine, Nagoya University Hospital

COVID-19 presents a wide spectrum of symptoms, ranging from mild cold-like
symptoms to multi-organ dysfunction. It is well known that patients who develop myocardial
injury have a poor prognosis. However, the factors contributing to myocardial injury remain
insufficiently understood. Clonal hematopoiesis is a phenomenon where certain hematopoietic
stem cells in the bone marrow acquire somatic mutations, leading to an overrepresentation of
these mutated cells in the bone marrow. These mutations frequently appear in genes commonly
implicated in leukemia, such as DNMT3A, TET2, and ASXL1, indicating a pre-leukemic
condition. Importantly, these genetic alterations are passed onto differentiated peripheral
immune cells, potentially modifying their function.

In this study, we investigated the potential involvement of clonal hematopoiesis in
the progression of COVID-19. We analyzed the frequency and clinical significance of clonal
hematopoiesis in 24 patients with COVID-19 and detected clonal hematopoiesis -related genetic
mutations in approximately 60% of them, with TET2 mutations being the most prevalent. When
patients were stratified into two groups based on the presence or absence of TET2 clonal
hematopoiesis, there were no significant differences in baseline characteristics. However, in
the TET2 group, cardiac troponin T and BNP levels were elevated, and the ventilator-free days
tended to be shorter. Furthermore, activation of the complement and coagulation systems
was suggested in the myocardial injury group, with significantly higher levels of TAT and PIC
observed in the TET2 group.

This study suggests that clonal hematopoiesis with TET2 mutations may influence
myocardial injury and ventilator use in COVID-19 patients, highlighting the need for further
validation.



